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p = 0.028) and Apolipoprotein B-100 (odds ratio: 1.03; 95% CI:
1.00–1.06; p = 0.022). In contrast, among those with low CRP only
age (odds ratio: 1.11; 95% CI: 1.06–1.17, p = 0.0001), systolic blood
pressure (odds ratio: 1.03; 95% CI: 1.00–1.06, p = 0.036) and glucose
(odds ratio: 1.09; 95% CI: 1.02–1.17, p = 0.011) were associated to
the presence of high cIMT. ROC curve analyses show that among
those with high CRP the area under the curve (AUC) for 10-year
ASCVD Risk was 0.746 and for Lifetime ASCVD Risk was 0.658. In
those with low CRP, the AUC were respectively 0.727 and 0.443.
Conclusion: The present study suggests that plasma CRP can be used
as a screening tool to select among low-risk individuals those in
whom a detailed investigation of biomarkers may be useful to
identify risk factors associated with their atherosclerotic burden.
doi:10.1016/j.bbacli.2015.05.019
A40833
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Introduction: A diet with carbohydrate restriction has been
widely employed among people in obtain weight reduction. This
study aimed to compare the effects of two hypocaloric diets on
nutritional, biochemical and vascular parameters in obese subjects.
Methods: Thirteen obese subjects with body mass index class I and II,
were enrolled and assigned to the two groups: A — standard
hypocaloric diet (n = 5); B — high protein/very low carbohydrate
diet (n = 8). Group A received 1500–1800 kcal/day. Group B was
submitted to a high protein/ very low carbohydrate diet, as proposed
by “Dukan”. The clinical, nutritional, laboratory and endothelial
function parameters were evaluated at baseline and after 3 months.
All patients were followed up by a cardiologist and dietician. The
following parameters were measured in peripheral blood: iron,
ferritin, glucose, insulin, HOMA-IR, total cholesterol, HDL-c, LDL-c,
non-HDL-c, triglycerides, AST, ALT, urea and creatinine. Anthropo-
metric and bioimpedance analysis were determined to nutritional
evaluation. The nutritional evaluation was Endothelial function was
assessed by ﬂow-mediated dilation of the brachial artery in the
fasting state and 2 hours after a meal of 280 calories representative
of the typical breakfast of the two diets. To statistical analysis
comparisons within and between groups were assessed by non-
parametric tests. Results: After 3 months, Group B showed higher
changes in anthropometric parameters than the A group showing
signiﬁcant differences in the following variables: weight (kg)
(A = 3.84 ± 1.37; B = 15.05 ± 3.59; p = 0, 0016); BMI (kg/m2)
(A = 5.50 ± 2.12; B = 13.19 ± 3.86; p = 0.0016); waist circumfer-
ence (cm) (A = 5.50 ± 0.48, B = 13.19 ± 3.86 B = ; p = 0.0016);
fat (%) (A = 2.96 ± 1.91; B = 7.01 ± 2.02; p = 0.0062); lean
mass (%) (A = 2.96 ± 1.91; B = 7.01 ± 2.02; p = 0.0062); Basal
Metabolic Rate (calories) (A = 1.80 ± 39.35; B = 124.3 ± 57.67,
p = 0.0031). No signiﬁcant changes were observed in biochemical
parameters or endothelial function. Conclusion: High protein/very
low carbohydrate diet intervention was accompanied by better
anthropometric changes with no deleterious effect on biochemical
parameters or endothelial function.
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Introduction: Abundant evidence has shown that low levels of
High Density Lipoprotein-cholesterol (HDL-C) and persistent low-
grade inﬂammation (LGI) contribute to atherogenesis. In parallel, our
group has demonstrated that HDL may become dysfunctional during
acute phase inﬂammatory response. Concerning that, we evaluated
the interaction between the magnitude of chronic LGI (Low Grade
Inﬂammation) and HDL-mediated protection in cardiovascular
disease. Methods: We cross-sectionally evaluated 341 individuals
without clinically manifested atherosclerotic disease. The association
between carotid Intima–Media Thickness (IMT) and HDL-C was
investigated among the participants separated according to the
tertiles of plasma C-reactive protein (CRP). Interactions were
estimated based on ordinal logistic regression to IMT quartiles using
z score of cytokines. Results: CRP, resistin, TNF, LpPLA2 and LGI were
associated with subclinical atherosclerosis even after adjustments for
age, sex, and traditional cardiovascular risk factors (Table). There
was interaction between HDL-C and inﬂammatory markers suggest-
ing a potentiation between the increase inﬂammation and reduction
in HDL-C levels. Although an interaction effect between HDL and
inﬂammatory markers had not been signiﬁcant in the mixed factorial
ANOVA, for individuals with the lowest values of HDL, the effect of
increasing inﬂammation is more prominent. For high HDL-c
categories, adjusted OR were increased for the highest values of
inﬂammation, but not signiﬁcantly. Conclusion: Low-Grade Inﬂam-
mation decreases HDL protection to subclinical atherosclerosis.
Odds ratios (95% conﬁdence intervals)
HDL (high tertile) HDL (mid tertile) HDL (low tertile)
CRP
(low tertile)
1.00 1.14 (0.50–2.59) 1.65 (0.64–4.19)
CRP
(mid tertile)
1.38 (0.59–3.23) 2.95 (1.28–6.79)* 3.83 (1.56–9.39)**
CRP
(high tertile)
1.32 (0.57–3.07) 1.66 (0.71–3.83) 4.89 (1.92–12.40)**
Resistin
(low tertile)
1.00 1.43 (0.60–3.37) 2.24 (0.86–5.82)
Resistin
(mid tertile)
1.13 (0.47–2.75) 1.25 (0.54–2.92) 2.89 (1.12–7.45)*
Resistin
(high tertile)
0.6 (0.28–1.58) 1.54 (0.64–3.7) 2.46 (0.99–6.10)
TNF
(low tertile)
1.0 1.29 (0.53–3.15) 3.08 (1.22–7.80)*
TNF
(mid tertile)
1.19 (0.53–2.68) 2.50 (1.10–5.69)* 3.23 (1.19–8.75)*
TNF
(high tertile)
1.48 (0.56–3.89) 1.65 (0.72–3.78) 3.51 (1.42–8.67)**
LpPLA2
(low tertile)
1.00 1.11 (0.49–2.53) 2.25 (0.87–5.86)
LpPLA2
(mid tertile)
0.68 (0.28–1.61) 1.24 (0.53–2.91) 2.24 (0.91–5.50)*
LpPLA2
(high tertile)
0.90 (0.38–2.14) 1.70 (0.72–4.00) 2.87 (1.14–7.18)*
LGI
(low tertile)
1.00 1.47 (−0.44; 3.38) 2.62 (−0.03; 6.91)
LGI
(mid tertile)
1.23 (−0.638; 2.87) 1.78 (−0.284; 4.21) 2.27 (−0.14; 5.95)
LGI
(high tertile)
1.00 (−.884; 2.44) 1.76 (−0.30; 4.22) 4.07 (0.501; 10.05)*
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